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Introduction
A number of inflammatory mediators may be involved in the pathogenesis of endotoxininduced systemic inflammatory response -drome (SIRS). The most severe stage of SIRS is fatigue and splenomegaly. The patient had previously been examined at a number of hospitals, where increased erythrocyte sedimentation rate and sideropenic anaemia with low iron binding capacity were found. Other laboratory values were normal. Several diagnostic tests had been the multiple organ dysfunction syndrome performed throughout the months without any (MODS), which affects, among others, the direct evidence for infectious, immunopathologicardiovascular system and this leads to death in half of these patients. ' TNF-a stimulates the production of IL-1, IL-6, and PAF, as well as the metabolism of arachidonic acid. Among these mediators leukotrienes and PAF may act in concert with endotoxin and TNF-a in increasing capillary permeability. In the case of our patient, therapy included pentoxyphylline and high-dose glucocorticoids, drugs known to suppress cytokine production. Although no fever was observed in the last week prior to death, probably due to the effects of this combined treatment, TNF-a production could not be totally inhibited, which resulted in the further perpetuation of SIRS and death.
Elevated adenosine levels were also found in our patient's plasma. As described above, adenosine production can be induced by hypoxia, 5-u as well as PAF or LTB4, 9 pathogenetic factors also important in the pathogenesis of SIRS. Adenosine can also act as a counter-regulatory mediator by inhibiting the production of TNF-a. 2 Its negative effects on the myocardium described above, 4 however, can be fatal under certain conditions, as it was in the case of our patient.
